The diagnosis of acute renal infarction is often delayed or missed. The condition is an important cause of renal loss and can point to serious cardiovascular disease.
A man aged 62 and previously in good health was seen an hour after the abrupt onset of left iliac fossa pain and vomiting. He was afebrile, normotensive, and in sinus rhythm, and the only abnormality on examination was an area of tenderness in the lower left quadrant of the abdomen. Urine analysis, blood count, serum amylase, and tests of renal and liver function were all normal. A chest radiograph showed borderline cardiomegaly; abdominal X-ray was unremarkable. The pain improved with opioids and he was discharged home. He returned a week later, troubled by dull and unrelenting abdominal discomfort. This time he had epigastric tenderness and he was in atrial fibrillation. The electrocardiogram also showed borderline intraventricular conduction delay and nonspecific repolarization abnormalities. The previous heart tracing was examined for signs of ventricular pre-excitation but none were found. (Blood specimens taken at this time subsequently revealed above-normal C-reactive protein [119 mg/L] and D-dimer [0.44 mg/mL] and normal serum amylase and renal function tests.) An intra-abdominal abscess was suspected and CT imaging was arranged, but he had a sudden cardiac arrest from which he could not be resuscitated.
Necropsy revealed extensive infarction of the left kidney, the artery to which was completely occluded by an embolus. From its appearance the infarction was judged to have occurred several days before death. The heart was greatly enlarged; the left ventricle in particular was severely hypertrophied. The heart valves were normal, and no intracardiac thrombus was found. Serial myocardial slices revealed no evidence of acute or old ischaemic changes, and the coronary arteries were only mildly atherosclerotic. Despite a diligent search including other abdominal organs and the brain, there was no evidence of embolism elsewhere. The death was attributed to a lethal arrhythmia that had arisen from previously unrecognized structural heart disease.
Case 2
A man of 76 who had been experiencing intermittent angina for the past three months was seen after two days of leftsided flank pain and nausea. Two weeks previously, while on holiday in the USA, he had had a sudden and severe attack of right lower quadrant abdominal pain with vomiting. A CT scan there had revealed two hypodense lesions in his right kidney, thought to represent possible (Figure 1 ) than the right; the left renal artery was also obstructed. At echocardiography the left ventricle was found to be dilated and severely impaired in function; its apex appeared aneurysmal and contained a mobile thrombus. He was anticoagulated and made a slow recovery.
COMMENT
Renal infarction commonly occurs against a background of heart disease or a thromboembolic tendency. 1 Although an intracardiac thrombus was not identified in case 1, the presence of atrial fibrillation and a structurally abnormal heart make this the likely source of his renal embolism. We suspect that it arose in the left atrium, as a result of paroxysmal atrial fibrillation, because his left ventricle, although hypertrophied, had a geometrically normal lumen. Dilated cardiomyopathy is another risk factor, 2 as demonstrated by case 2. The manifestations of acute renal artery occlusion are non-specific and the diagnosis tends to be made late. 1, 3, 4 Flank pain, persistent and often accompanied by nausea or vomiting, appears to be the most common initial symptom. Other presenting complaints include pain in the abdomen, back or chest. Small kidney infarcts can be painless and some patients present simply with fatigue. 3 Positive findings on examination include fever, abdominal tenderness, and new-onset hypertension. 4 Urine analysis may reveal red cells or protein or both; but it may also be normal. 3, 4 Blood levels of lactate dehydrogenase, C-reactive protein and aminotransferases are commonly raised; 1,3,4 lactate dehydrogenase is probably the most useful marker, though nonspecific. The diagnosis, once suspected, can be confirmed by contrast enhanced CT, isotope perfusion scanning or renal arteriography; conventional ultrasonography is insufficiently sensitive. 1, 4 On CT scanning in particular, a kidney infarct can be mistaken for malignant disease 5 Small magnets can exert strong forces.
CASE HISTORY
A boy of 11 arrived in accident and emergency with the proximal end of his penis firmly clamped between two 20 mm diameter disc magnets. He had been referred from his local district general hospital after attempts to remove the magnets had been unsuccessful. A penile block was performed but the magnets proved impossible to remove either by hand or with surgical clamps. There was difficulty in getting a purchase on the discs and the strong magnetic field hindered precise manoeuvring of the instruments. Even the assistance of the local fire brigade and the distracting force of two large steel mallets failed. We were surprised that such a small pair of magnets (Figure 1 ) could exert so strong an attractive force; however, as discs with a thin layer of tissue between, their poles were in extremely close proximity.
There are three methods commonly described to demagnetize ferrite materials-namely, application of a stronger magnetic field of opposite polarity, of a magnitude dependent on the coercivity of the material; heating of the magnet to a temperature above the Curie or Neel point; or repeated heavy hammering. We employed a more delicate technique by shearing the magnets away from each other,
